Gypenoside L inhibits autophagic flux and induces cell death in
provided by William chi-shing Tai (Hong Kong Baptist University). A portion of total saponins (350 g) was firstly subjected to column chromatography over silica gel (6000 g, 300−400 mesh) and eluted with the isocratic gradient solvent system of CHCl 3 , methanol and water (26:8:1) to yield twenty-four major fractions (Fraction 1-24). Fraction 14 (4.7g) was then subjected to column chromatography over ODS (239.48g, and eluted with the isocratic gradient solvent system of 40% CH3CN in water to yield four major components (A-D Figure S8 : Proposed mechanism by which Gyp-L inhibits autophagic flux and induces cell death in esophageal cancer cells. Gyp-L initially increases the intracellular ROS production, and subsequently causes the ER stress, UPR pathway activation, and Ca 2+ release from ER. Then the increased cytoplasm Ca 2+ induces the swelling and dysfunction of lysosomes, leading to the inhibition of autophagic flux and finally lysosome-associated cell death.
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